THE present prospective study showed 
Introduction
It is well known that systemic infection is one Of the main causes of multiple organ failure (MOF) and death in severe burn patients. However, most of the previous studies were designed to define how systemic infection occurs, and the mechanisms of the pathophysiological alterations induced by burn systemic infection were seldom investigated. It has been reported [2] [3] [4] that thromboxane A2(WXae)/prostacyclin in (POI2) imbalance Plasma levels of the TXBe/6-k-P ratio in the infection group, elevated initially at 12 h and during 3 to 7 PBD, showed significant differences compared with those found in the non-infection group (Fig. 1) . The circulatory platelet aggregate ratio (CPAR) in the infection group, as shown in Fig. 2 4 Many previous studies have demonstrated that the imbalance of TXA 2 and PGI 2 played important roles in the pathophysiological alterations of toxic shock such as pulmonary hypertension, cardiac reduction and hypotension in non-burnt patients. 4'11'12 Treatment with a TXA 2 inhibitor showed beneficial eEects in endotoxic shock in rats. 13 The results of this study demonstrated that plasma levels of TXA 2 
